Treatment.-A high protein, high carbohydrate, and low fat diet, with vitamin B supplements, was administered. On 6. 12. 50, as soon as it seemed probable that the jaundice was due to arsenic, treatment with BAL was commenced, 2 ml. being given four-hourly on the first day, twice daily on the second and third days, and once daily on the fourth to seventh days.
There were no toxic effects, and after the first day, the patient volunteered that " she had had the best night's JAUNDICE FOLLO WING ACETA RSOL PESSARIES Homologous serum jaundice could be ruled out from the absence of any history of intravenous or other serum therapy.
Infective Hepatitis.-The clinical history and examination were against this diagnosis. Usually the onset is more insidious, and anorexia is present for some time before the onset of clinical jaundice. The absence of enlargement or tenderness of the liver at any time during the illness almost excludes the diagnosis. Angioneurotic oedema does not usually precede infectious hepatitis. The degree of jaundice was out of keeping with the relative wellbeing of the patient. The pruritis was extreme whereas in infective hepatitis this is absent or slight. Empirical liver function tests (see Table) were consistently negative.
Extrahepatic Obstructive Jaundice (Surgical Jaundice).-The clinical picture and the liver function tests were in favour of an obstructive jaundice; (e.g., amount of serum bilirubin present, high cholesterol figure, negative empirical liver function tests, deep yellow-green jaundice, pruritis, absence of urobilinogen from urine). Against the diagnosis were the absence of any previous history of cholecystitis, cholelithiasis, or pain, and the normal cholecystogram.
Arsenical Jaundice.-Two groups of jaundice during arsenical therapy are described, but they have been somewhat confused in the past. This is understandable, in that it is only during the past few years that a virus or group of viruses has been proved to be the causative agents of infectious hepatitis and homologous serum jaundice. The latter is usually transmitted by the intravenous injection of blood or blood products or by the use of syringes contaminated with blood containing the virus during intravenous administration of arsenic. The present case does not fall into this category but seems to belong to the obstructive jaundice group, being probably due to the intrahepatic obstruction of the bile ducts. Discussion The case described produced a clinical picture and liver function tests similar, if not identical, to a small group of cases described by Hanger and Gutman (1940) . These cases followed the intravenous injection of arsphenamine whereas this case followed the vaginal application of acetarsol. That arsenic was probably the cause of the jaundice, was proven by the finding of arsenic in the hair and urine, and also by the The first intravenous injection is without incident, but reactions follow the second or third injection, after an interval of 2 to 10 hours. The jaundice in the case presented occurred after seven days on acetarsol pessaries. That syphilis is not the cause of the reaction is shown by its absence in one of the cases described by Hanger and Gutman (1940) , and also in the present case.
There is an acute onset of symptoms, consisting of rigors, fever, malaise, headache, and vertigo. This is followed by nausea, vomiting, and anorexia. There may be a conjunctivitis with chemosis, and a transitory morbilliform or scarlatiniform eruption at the onset of the illness. Diffuse muscle pains and fleeting arthralgias may occur. Diarrhoea, colicky abdominal pains, and oedema of the face or extremities may also develop.
Jaundice does not appear for some days after the beginning of the illness and is of the obstructive type, with dark urine and pale stools, and absence of urobilinogen. Pruritis develops at about this time; it is severe and constantly present so long as the jaundice continues, and is, indeed, the predominant symptom of the whole illness. (1) absence of significant parenchymal degeneration in intensely jaundiced patients, (2) cholangitis and pericholangitis of the nonsuppurative type, (3) presence of bile plugs in many of the bile capillaries, suggesting that the finer biliary radicles are the chief site of injury. Inflammatory changes around the bile passages and bile thrombi within the lumen of the canaliculi were apparently the cause of the obstructive jaundice (Hanger and Gutman, 1940) . Steigmann and Popper (1943) believe the mechanism of the obstructive phenomenon to be a toxic exudative reaction affecting the periportal field with compression of the junction between the bile capillaries and bile ducts, or of the canal of Hering.
Selective injury of the finer biliary radicles, which is so striking in the liver biopsies of the arsphenamine cases described, may be produced by a number of toxic agents. It has been noted in experimental toluylene diamine poisoning, a condition found by Bodansky (1937) to be associated with unusually high serum phosphatase and cholesterol values. Dinitrophenol may also cause jaundice similar to that due to arsphenamine.
There has been much speculation as to the cause of the arsenical reaction, e.g. the Jarisch-Herxheimer phenomenon, hepatic syphilis, erythema of the ninth day, and overdosage of arsphenamine. In the present case, there was no clinical evidence of syphilis and the Wassermann reaction was negative. The general pattern of the reaction has certain characteristics of drug hypersensitivity; for example,
